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MAd-2 infects the intestinal tract and is shed for only about 3 weeks post
infection in immunocompetent mice (Hashimoto et al., 1970) Athymic
(nu/nu) mice shed the virus for about 6 weeks post infection and thereafter
intermittently for at least 6 months (Umehara et al, 1984). Thus, fecal-oral
transmission is most important.

Clinical

Neither MAd-1 nor MAd-2 is known to cause clinical disease in naturally
infected immunocompetent rodents MAd-1 (Winters and Brown, 1980)
and MAd-2 (Cohen and deGroot, 1976) have been associated with wasting
in athymic (nu/nu) mice.

Pathology

All reports of pathology caused by MAd-1 have been the result of ex-
perimental infections. Intrapentoneal, mtracranial, or mtranasal inoculation
can produce a systemic fatal disease in suckling mice born to mothers with-
out antibody (Hartley and Rowe, 1960, Heck et al., 1972; Wigand, 1980).
In 28-day-old mice inoculated intrapentoneally, most animals showed no
clinical disease, although some became ill and 10 of 250 animals died (Van
der Veen and Mes, 1973). MAd-1 has tropisms for adrenal gland, myocar-
dium, endocardium, heart valves, brown fat, kidney, salivary gland, and
brain Thus, experimental infections of mice with this virus have been
proposed as models of human diseases such as Addison's disease (Margohs
et al, 1974) and nonrheumatic endocarditis (Blailock et al., 1967, 1968).
Intranuclear inclusions are frequently observed in infected tissues (Heck et
al, 1972; Hoemg et al, 1974; Margohs et al., 1974).

The proclivity of MAd-1 to produce systemic infection contrasts sharply
with the strict intestinal tropism of MAd-2 Inoculation of MAd-2 into
mice, including neonates and athymic (nu/nu) mice, by any route results in
subclmical infection during which virus replication occurs exclusively in
the intestine (Sugiyama et al., 1967; Umehara et al., 1984). Viral antigen
appears in the feces of immunocompetent mice about three days post infec-
tion and peaks between seven and 14 days post infection. At that time large
numbers of amphophilic, intranuclear inclusions can be found in the mu-
cosal epithelium of both the small and large intestine, but particularly in the
small intestine, involving both crypt and villous cells. Little inflammatory
response occurs. Ultrastructurally, the inclusions contain densely packed
crystalline arrays of angular-shaped, homogeneous vmons, each measuring
about 85 nm (Takeuchi and Hashimoto, 1976). Host resistance has been
attributed to locally produced neutralizing antibody of the IgA class
(Hashimoto and Umehara, 1977). Cyclophosphamide administration delays
the onset of resistance (Hashimoto et al., 1973).